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Diabetic Nephropathy S9conversion and elevated expression of Beclin-1. The augmented autophagy
was dependent of increased generation of intracellular ROS, as ROS inhibitor
(N-acetylcysteine) treatment rescued the abnormal autophagy level. Pre-
treatment of MPC5 with gensenoside Rg1 significantly suppressed AngII-
induced autophagy and ROS. Furthermore, AngII incubation promoted the
phosphorylation level of AMPK and P70S6K which was can also be rescued
by ginsenoside Rg1 pre-treatment.
Conclusion: Our data suggested that AngII promoted ROS-dependent auto-
phagy in podocyte, which was involved with AMPK/mTOR signaling. Ginseno-
side Rg1 protect podocyte from AngII-induced autophagy may be through
reducing phosphorylation of AMPK and preserving mTOR signaling.http://dx.doi.org/10.1016/j.hkjn.2015.08.030
0125
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Objective: Podocyte injury has been increasingly shown to be involved in the
pathogenesis of diabetic nephropathy (DN). The ligand of receptor activator
of NF-kappaB (RANKL) and its cognate receptor RANK are upregulated in
damaged podocytes. However, little is known about the relation between
RANKL-RANK, HG-induced podocyte and DN. The objective of this study is
to determine the impact and mechanism of RANKL-RANK on HG-induced
podocyte injury.
Methods: Male db/db mice and db/m mice were sacrificed for this experi-
ment. Their kidneys were used for Western blot and immunohistochemical
analysis. Mouse podocytes were cultured in normal (5 mM) or high (30 mM)
D-glucose respectively for 3, 6, 12, 24 hours or treated with RANK siRNA
and HG for 24 hours then examined cell migration and permeability to albu-
min by Transwell filters, measured MCP-1 by ELISA, detected NF-kB/p65,
IKKb, IkBa and MAPKs(p38, ERK1/2, JNK) by Western blot and performed nu-
clear translocation of p65 by Confocal microscopy.
Results: We found that RANKL-RANK were overexpressed in db/db mice
compared to db/m mice (1.42  0.24 vs 0.39  0.09, p Z 0.002;
1.21  0.33 vs 0.44  0.13, pZ 0.020), mainly locating along the glomerular
capillary loop. Moreover, RANKL-RANK was upregulated in HG-induced podo-
cytes in a time-dependent manner. In addition, HG induced cell migration
(92.00  7.00 vs 12.00  3.00, p Z 0.000), increased permeability to albu-
min (9.40  1.06 vs 5.90  0.30, p Z 0.001), upregulated the expression of
MCP-1 (513.82  77.53 vs 85.57  13.81, pZ 0.000) and decreased nephrin
(0.32  0.10 vs 0.64  0.11, pZ 0.004) compared to normal glucose in podo-
cytes. RANK siRNA inhibited remarkably HG-induced migration (18.33  4.16
vs 92.00  6.08, p Z 0.000), permeability to albumin (6.73  0.91 vs
9.91  1.44, p Z 0.002) and the expression of MCP-1 (186.10  75.60 vs
472.42  84.35, p < 0.001) but slightly increased nephrin (0.42  0.11 vs
0.34  0.14, pZ 0.37) compared to si-control + HG. Furthermore, The phos-
phorylation of NF-kB/p65, IKKb, IkBa, MAPKs and nuclear translocation of
p65 were induced by HG in a time-dependent manner and reversed by
RANK siRNA.
Conclusion: HG induces podocyte injury by regulating RANKL/RANK-medi-
ated NF-kB and MAPK signaling pathways.http://dx.doi.org/10.1016/j.hkjn.2015.08.031
0126
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Background: CKD is the special disease which has many unique medical
requirement and diet control, and related with many complications, in
research period, DM Nephropathy patients accepting customize courses
and standard, which provided by CKD nursing net, to improve patients med-
ical treatment and quality of life.
Methods: This research object is our CKD whole nursing management plan
type 2 DM patient of 3e5 case study, provide whole nursing guidance and
co-operate individualize standard, and use planning behavior theory, esti-
mate influence about related between factor of self-nursing behavior of
DM patients at illness control effect and analysis period, also estimating un-
der process in order to understand patients influence factor of executing
health behavior when self-learning and self care. This study will using the
structured questionnaire for data collection. Using TPB model questionnaire
to collect designed [DM nephropathy patients life quality questionnaire after
accepting CKD nursing education], data collection investigate 150 patients
who accepted CKD whole nursing plan, using partial least squares (PLS) to
statistics.
Results: There will be strong obvious relation about patients’ perceived
behavioral control to behavioral intention, it could directly and indirectly in-
fluence actual behavior especially 5 stage of CKD patients, for attitude to-
ward behavior, it will be changed due to different understanding before
and after patients accepting nursing guidance, but in model of subjective
norm analyze DM nephropathy patients to behavioral intention’s specula-
tion, the relations is not so obvious. Further inference CKD whole nursing
for patients’ feeling about improving actual quality of life, it clearly see
CKD stage 5 patients is the most obvious.
Conclusion: CKD patients’ perception and needs for medical and care-
givers, which can also be useful to provide evidence-based clinical nursing
care guide-lines, disease management, increase quality of patient’s life,
satisfaction, self-care behavior adaption and hopefully to reduce or delay
any potential related complications.
Figure 1. Sample path of structural equation model coefficients (t value)
and explain variance results.http://dx.doi.org/10.1016/j.hkjn.2015.08.032
0136
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Objective: SIRT1 has been shown to play an important role in stress
response in metabolic disorder and aging process, and is suggested to be
involved in the pathogenesis of diabetic kidney damage. The present study
examines whether and how SIRT1 deficiency is involved in diabetic
nephropathy.
Methods: HFD plus five-day-low-dose STZ was used to model type 2 diabetes.
The role of SIRT1 in diabetic kidney is examined using SIRT1 heterozygotes
(C57BL/J6). Urinary albumin excretion, kidney histology and extracellular
S10 Diabetic Nephropathymatrix protein accumulation were used to assess diabetic kidney damage.
Blood pressure was determined by tail-cuff method. Endothelium selective
SIRT1 knockout was generated by crossing the floxed SIRT1 mice with
SCLCreER, and recombination was induced by tamoxifen. Podocyte selective
SIRT1 knockouts were generated by crossing the floxed SIRT1 mice with
Podocin-Cre.
Results: In the diabetic kidney, SIRT1 expression was significantly reduced.
In mice with one allele of SIRT1 deletion, urinary albumin excretion was
markedly increased by 4 fold compared with SIRT1 intact mice. Renal histol-
ogy showed mesangial expansion in the diabetic SIRT1 heterozygotes; Sirius
red staining revealed more fibrosis, and qPCR indicated higher expression of
PAI-1, aSMA, Col 18aI, Loxl2 gene in diabetic SIRT1 heterozygotes compared
with wild type control. Meanwhile, losing one allele of SIRT1 did not alter
blood pressure in the diabetic mice. To further examine the mechanism,
endothelium and podocyte SIRT1 was selectively deleted respectively.
Following STZ challenge, the podocyte SIRT1 deficient mice showed higher
albuminuria and developed diabetic kidney damage without blood pressure
change. In contrast, diabetic endothelium SIRT1 deletion did not have signif-
icant change in albuminuria and kidney damage compared with wild type.
Conclusion: SIRT1 deficiency, especially in the podocyte is responsible for
the development of albuminuria and renal fibrosis. The mechanism by which
podocyte SIRT1 protects the kidney from diabetic kidney damage remains to
be explored.http://dx.doi.org/10.1016/j.hkjn.2015.08.033
0142
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Objective: Renal interstitial fibrosis is a major pathologic feature of diabetic
nephropathy, while the pathogenesis and therapeutic interventions of dia-
betic renal interstitial fibrosis are not well established. This study investi-
gated the renoprotective effects of resveratrol and its underlying
mechanisms in diabetic renal fibrosis.
Methods: Renal fibroblast (NRK-49F) cells were pre-incubated with resvera-
trol before exposure to high glucose or normal glucose for 48 hours. We
measured cell proliferation and differentiation, reactive oxygen species
(ROS) production, nicotinamide adenine dinucleotide phosphate oxidase
(NOX) and AMP-activated protein kinase (AMPK) activity in renal fibroblast
cells. We further examined whether resveratrol-treated type 2 diabetic
db/db mice were resistant to the development of renal fibrosis. Phospho-
AMPK and NOX expression in the kidney were also assessed.
Results: High glucose is capable of inducing renal fibroblast cell proliferation
and differentiation to myofibroblasts, manifested by increased expressions
of a-SMA and fibronectin. The proliferation and myofibroblastic activation
of renal fibroblast cells induced by high glucose is accompanied by an in-
crease in the intracellular levels of ROS derived from the up-regulation of
NOX4. Resveratrol, like the NOX inhibitor diphenyleneiodonium, can mark-
edly inhibit high glucose-induced fibroblast proliferation and activation by
reducing NOX4-derived ROS production. It is then revealed that the increase
in the expression of NOX4 after high glucose treatment is due to the inacti-
vation of AMPK, which can be reversed by resveratrol. Further in vivo inves-
tigation shows that resveratrol treatment significantly attenuates renal
fibrosis in type 2 diabetic mice, accompanied by an up-regulation of phos-
pho-AMPK and a down-regulation of NOX4.
Conclusion: Our results suggest that high glucose can directly promote renal
fibroblast proliferation and activation in a ROS-dependent manner, and
resveratrol is a potential therapeutic agent against diabetic renal fibrosis
via regulation of AMPK/NOX/ROS signaling.http://dx.doi.org/10.1016/j.hkjn.2015.08.034
0149
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Objective: Renal tubular apoptosis is a key event in initiating kidney damage
in DN. Heterogeneity of macrophage phenotype and function ultimately de-
termines the outcome of diabetic nephropathy (DN). Recently studies sug-
gested that promoting anti-inflammatory M2 macrophage polarization
inhibits renal tubular cell apoptosis in renal ischemia reperfusion injury.
Therefore, we sought to investigate whether calcitriol, known as an impor-
tant renal-protective drug, is sufficient to protect against tubular cell
apoptosis by promoting M2 macrophage in DN rats.
Methods: DN model rats were established by intraperitoneal injection with
streptozocin (STZ). The rats were subsequently receiving either calcitriol
(0.1 mg/kg/d) or vehicle by gavage. Rats were sacrificed at 18w for histolog-
ical and molecular analysis. In addition, we performed in vitro study using
Raw264.7 cells cultured with either high glucose or high glucose followed
by 1,25-dihydroxyvitamin D3 medium to assess macrophage phenotype.
Results: Calcitriol significantly improved renal function and ameliorated
renal histology in DN rats. The increased tubular cell apoptosis in DN rats
was alleviated by calcitriol. Calcitriol up-regulated the expression of anti-
apoptotic protein Bcl-2, and down-regulated the expression of pro-apoptotic
protein such as Bax and caspase-3. Interestingly, calcitriol significantly
enhanced M2 macrophage polarization in interstitium with elevated expres-
sions of M2 markers, including CD163, Arg-1 and MR. Moreover, the ratio of
CD163/CD68 considered as the proportion of M2 macrophage was about
2.9 fold highly after calcitriol treatment.
